Although the pathways are not completely separate -CBI-12 does excite B34, just to a smaller extent than CBI-2 -the differential strengths of the effects indicate that, in this system, two functionally distinct pathways -'modules' in the words of the authors -exist at all levels from descending interneurons to motor pattern generator network, with CBI-12/B30/B65 shortening the duration of protraction and CBI-2/B34/B40 lengthening it.
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The centrosome is the primary microtubule nucleating centre within most animal cells at all stages of the cell cycle, but on entry into mitosis, microtubule assembly at the centrosome dramatically increases in a process termed maturation (reviewed in [1] ). This activation enables microtubules to grow out from the centrosome, interact with chromosomes and form the bipolar spindle required for chromosome segregation. At the same time, many proteins are recruited to centrosomes, including the γ γ-tubulin ring complex and other microtubule regulators (reviewed in [2] ). Although the centrosome has been a focus of investigation for a long time, little is known about how the cell-cycle machinery induces centrosome maturation.
The mitotic kinase Aurora A is known to be required for the maturation of the centrosomes that occurs in mitosis [3, 4] . Three recent studies [5] [6] [7] have provided significant new insight into the molecular nature of Aurora A regulation of centrosomal microtubule assembly. These studies show that Aurora A phosphorylates the conserved centrosomal protein TACC, and that this phosphorylation leads to increased microtubule assembly at the centrosome. Whilst a previous study [8] How does the TACC-Msps/XMAP215 complex at the centrosome stabilise microtubules? Whilst it has been shown that XMAP215 protein acts mainly on microtubule plus ends [17] , this family of proteins are most strongly concentrated at centrosomes [9] where the minus ends of microtubules are found. To explain this paradox, two models have been proposed (Figure 2) . One proposes that a high concentration of Msps/XMAP215 at the centrosomes might enable the protein to be loaded onto microtubule plus ends as they are nucleated [5] . Alternatively, Msps/XMAP215 can stabilise the minus ends of microtubules after they are released from their nucleation sites [6] . Evidence so far cannot distinguish between the two models. D-TACC-GFP can be seen localising to both the plus ends and the minus ends of microtubules around the centrosomes [6, 14] . In addition, XMAP215 or its homologues have been shown to affect microtubule dynamics at both ends [17] . The mechanism by which the TACC-Msps/XMAP215 complex stabilises centrosomal microtubules remains to be clarified.
It also needs to be determined how universal the role of TACC proteins in centrosome maturation is. Depletion of TACC3 in human cultured cells did not reduce centrosome localisation of the human XMAP215 homologue [18] . Furthermore, a d-tacc Drosophila mutant, which produces less than 1% of the protein, is fully viable, suggesting D-TACC is not essential for somatic mitosis [14] . It remains to be seen how the apparent disparity among different systems can be reconciled.
Despite the questions that remain, identification of TACC as a target of Aurora A is a key step in understanding the mechanisms involved in centrosome maturation at the start of mitosis. But Aurora A is likely to have other targets at the centrosome that remain to be identified. Similarly, Aurora A is not the only kinase at work at the centrosome and other kinases, such as Polo, have been 
